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Ramsay Hunt syndrome consists of herpetic erup-
tion of the skin of the external ear and varicella
zoster virus (VZV) involvement in the geniculate
ganglion of the ipsilateral facial nerve. Although it
is rare, it is more commonly found with immuno-
deficiency conditions. With the growing incidence
of human immunodeficiency virus (HIV) infection,
we could see more cases of Ramsay Hunt syndrome
in the future.

We had a case of Ramsay Hunt syndrome in an
HIV-infected patient at the Department of Family
Medicine, the University of Illinois at Chicago.
The purpose of this report is to increase the aware-
ness of this clinical entity among family physicians
who are now taking care of HIV-infected patients.

Case Report
A 33-year-old male patient was admitted to the
University of Illinois Hospital because of headache,
severe otalgia, and vesicular lesions on the right ear
canal and the pinna of his right ear. HIV infection
had been diagnosed by enzyme-linked immunosor-
bent assay (ELISA) and Western blot HIV serum
antibody tests 20 months before this admission. His
initial CD4� lymphocyte count was 390/�L in May
1994. He had never been on antiretroviral therapy
and had a history of chickenpox. He had been
vaccinated against influenza viruses in the fall of
1995, and his most recent CD4� cell count before
this event was 560/�L. The patient had a periph-
eral right facial nerve palsy 4 months before admis-
sion, which resolved spontaneously in 2 weeks. At
that time, a gadolinium-enhanced magnetic reso-
nance imaging (MRI) study showed enhancement
of the geniculate ganglion of the right facial nerve
(Figure 1).

One day before his admission, the patient was
seen at our outpatient center with the complaint of
severe right ear pain and headache. When exam-
ined, he had considerable erythematous swelling on
his right ear canal and vesicles on the pinna. A
herpes culture was taken. The right tympanic
membrane could not be seen because of inflamma-
tion of the ear canal. The left ear was normal. The
patient was given prescriptions for acyclovir, 800
mg every 4 hours 5 times a day, and hydrocodone
bitartrate and acetaminophen every 4 hours for
pain. The patient began vomiting and could no
longer tolerate oral acyclovir; he was admitted to
the hospital the next day.

At admission his temperature was 99.2°F, blood
pressure 125/90 mm Hg, pulse 92 beats per minute,
and respirations 18/min. He had erythematous
swelling of the right ear, and the auricle was ex-
tremely tender. There were numerous small vesi-
cles on the auricle and the pinna. His right ear canal
was closed. His left ear was normal. He was given
acyclovir 5 mg/kg intravenously every 8 hours and
meperidine hydrochloride 50 mg intramuscularly
every 4 hours. The patient still had headaches and
photosensitivity the next day and continued vom-
iting despite no oral intake. He had vertigo and
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Figure 1. Enhancement of the geniculate ganglion of
the right facial nerve (4 months before admission).
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decreased hearing in the right ear. He was found to
have horizontal nystagmus with fast component to
the right. Computerized tomography (CT) of the
brain was negative for intracranial mass. On the 4th
hospital day, he was able to tolerate oral acyclovir.
On the 5th hospital day, a gadolinium-enhanced
MRI scan of the brain showed enhancement of the
geniculate portion of the right facial nerve (Figure
2). A viral culture from the right ear obtained be-
fore admission was negative for herpes simplex vi-
rus after 7 days of incubation. The patient was
released on the 7th hospital day.

The patient continuously had tinnitus and ver-
tigo, as well as decreased hearing, after he was
released from the hospital. Two weeks after the
onset of the auricular vesicles, the lesions and otal-
gia were almost completely gone. Two months and
8 months after the onset of the disease, audiograms
showed he still had moderate sensorineural hearing
loss on the right side, and he had minimal tinnitus
with good speech discrimination. When the patient
was admitted to the hospital, the serum samples
were drawn to determine herpes viruses titers. An
immunoglobulin G (IgG)-specific antibody titer
for herpes zoster was 6.76. An IgG-specific anti-
body titer for herpes simplex type 1 was 4.67, and
an IgG-specific antibody titer for herpes simplex
type 2 was 5.27. All were highly positive. There
were no follow-up titers measured.

Discussion
In 1907 J. Ramsay Hunt1 suggested that the syn-
drome be divided into three clinical groups: (1)

herpes zoster auricularis, (2) herpes zoster in any of
the zoster zones of the head and neck (herpes au-
ricularis, herpes facialis, and herpes occipito-col-
laris) with facial palsy, and (3) herpes zoster in any
of the zoster zones with facial palsy and auditory
symptoms (tinnitus, deafness, vertigo, vomiting,
nystagmus, and disturbance of equilibrium).

Herpes zoster auricularis is the simplest form of
the three. After a prodrome, the skin of the ear can
become red and swollen, until on the third or
fourth day, typical patches of herpetic vesicles make
their appearances in the concha and on the lobule,
the tragus, the auditory canal, and rarely, the tym-
panic membrane itself. Herpes zoster with facial
palsy manifests itself with typical herpes zoster in
the head and neck region with facial palsy (the
second category). The last category of the Ramsay
Hunt syndrome is herpes zoster in the head and
neck region with facial palsy and auditory symp-
toms. Disturbances of equilibrium, vertigo, nausea,
vomiting, and nystagmus were described. In the
course of a few weeks, acute symptoms such as
vertigo, gait disturbance, and dysequilibrium disap-
pear, but tinnitus often persists for a considerable
time, and hearing can be permanently impaired, as
was the case with our patient.

Even though Ramsay Hunt suggested the syn-
drome can be divided in three clinical groups, it is
obvious that different combinations of the clinical
findings can exist in patients with the Ramsay Hunt
syndrome. Our patient is unique in that he had an
ipsilateral facial palsy 4 months before the devel-
opment of the classic zoster eruption in the right
ear and symptoms of eighth cranial nerve involve-
ment. Although our patient had classic symptoms
of eighth cranial nerve involvement, the MRI did
not show any abnormality of the eighth cranial
nerve. Tada and others2 reported that of 7 patients
with cochlear or vestibular symptoms, only 1 pa-
tient showed abnormal enhancement of the eighth
cranial nerve in addition to seventh cranial nerve
enhancement. This finding suggests that clinical
symptoms of eighth cranial nerve involvement do
not always correlate with MRI findings.

The facial nerve (the seventh cranial nerve) has
two parts, a facial nerve proper and adjacent nerve
root (the intermediate nerve, or the intermediate
root of the facial nerve). The geniculate ganglion is
the center of the sensory function of the facial
nerve. It contains cell bodies of all afferent fibers.
Because the geniculate ganglion is involved in the

Figure 2. Enhancement of the geniculate ganglion of
the right facial nerve (at the time of admission).
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Ramsay Hunt syndrome, patients can have variable
symptoms and signs of the general visceral afferent,
special visceral afferent, and general somatic affer-
ent components of the facial nerve.

Treatment of Ramsay Hunt syndrome follows
the general treatment goal of varicella zoster virus
infection. In the normal host, the primary goal of
treatment is to reduce acute pain and postherpetic
neuralgia. Clinical trials show that treatment within
the first 72 hours is beneficial.3 Several controlled
studies verified that high-dose oral acyclovir speeds
resolution of the acute lesional events and seems to
reduce the risk of prolonged pain.4,5 Recent studies
showed valacyclovir to be more convenient than
and slightly superior to acyclovir.6 Famciclovir is
also more convenient and is comparable, if not
superior, to acyclovir.7 The choice among these
three drugs should be based on convenience, avail-
ability, and cost. For the immunocompromised
host, intravenous acyclovir has been shown to pre-
vent disease progression in patients at high risk for
dissemination.8 For mildly to moderately immuno-
compromised persons, however, oral valacyclovir
or famciclovir might be acceptable alternatives to
intravenous treatment. A study by Wood and oth-
ers9 showed no long-term benefit when corticoste-
roids were added to an acyclovir regimen.

There have been 5 reported cases of Ramsay
Hunt syndrome in patients with HIV infection in
the literature up to 2000.10–13 All patients were in
their 20s or 30s. Herpes zoster is often the first
clinical manifestation of HIV infection.14 As many
more family physicians take care of patients with
HIV infection, Ramsay Hunt syndrome might be
seen more frequently by them.
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